This report describes 2 cases of spontaneous aortic dissecting hematoma in young Border Collie and Border Collie crossbred dogs. Histology was performed in one of the cases involving an unusual splitting of the elastin present within the wall of the aorta, consistent with elastin dysplasia as described in Marfan syndrome in humans. The first case involved a young purebred Border Collie that died suddenly and the second case involved a Border Collie crossbred dog that died after a 1-month history of seizures. Gross lesions included pericardial tamponade with dissection of the ascending aorta in the former case and thoracic cavity hemorrhage, mediastinal hematoma, and aortic dissection in the latter. Histologic lesions in the case of the Border Collie crossbred dog included a dissecting hematoma of the ascending aorta with elastin dysplasia and right axillary arterial intimal proliferation.
information, bilateral hydrometra of both uterine horns in this report was induced by an obstruction caused by segmental aplasia of the uterine body.
The segmental uterine horn or vagina are attached to the uterine body or remaining uterine horn either by a thick band of fibrous connective tissue, 7, 11 or by intermingled fibrous and smooth muscles, 2 respectively. In this case, a string-like piece extended from the cord-like piece and became attached to the point of division of the uterine horns. Interestingly, this string-like piece consisted of a round cluster of spindle cells and was therefore thought to be highly undeveloped rudimentary tissue of the uterine body. Alternatively, this tissue may be a part of a broad ligament because broad ligaments contain a considerable amount of smooth muscle. 6 Gee et al. 2 described cyst-like structures on a transverse section of a segmental aplastic vagina, which could be evidence of incomplete canalization in the rudimentary tissues.
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Spontaneous aortic dissecting hematoma leading to aortic rupture is rare in the dog. [2] [3] [4] 12 In the absence of atherosclerosis, aortitis (sometimes associated with Spirocerca lupi 6 connective tissue components including elastin or collagen fibrils. The term aortic dissection or dissecting hematoma is preferred over dissecting aneurysm in these cases because there is no dilatation of the aortic wall as in a true aneurysm. This communication describes 2 similar cases of spontaneous aortic dissecting hematoma in relatively young dogs with Border Collie parentage. The underlying cause of the spontaneous aortic dissecting hematoma in these cases was not determined, but the histologic lesions in 1 of the cases was very similar to the elastin dysplasia that is observed in cases of human and bovine Marfan syndrome. 1, 5, 7, [8] [9] [10] [11] The first case was a 1-year-old purebred Border Collie presented in private practice with a history of sudden death while running with the owner. The owner described that the dog had been chasing a rabbit and had suddenly cried out, ran a few more steps, fell, and then died within minutes. The dog had appeared normal and active before death, and no abnormalities had been detected on previous routine physical exams. A necropsy performed by a clinical veterinarian revealed massive pericardial tamponade secondary to dissection and rupture of the ascending aorta. The wall of the aorta was split with hemorrhage dissecting into the media around the base of the heart and into the pericardial sac. No other abnormalities were detected and no further diagnostics were performed.
The second case was an 11-month-old, intact, male Border Collie crossbred presented at necropsy with a history of death after a single seizure 1 month before death and 3 seizures in the 24 hours preceding death. The dog died within minutes of the final seizure episode. The seizures were described by the owner as periods of opisthotonos, coupled with paddling or fly biting and loss of bowel control.
At necropsy a large hematoma was found within the mediastinum around the base of the heart including the wall of the pericardial sac, which was expanded up to 25 mm in thickness. A small quantity (2-3 ml) of blood was found within the pericardial sac, and approximately 2 liters of blood was present in the thoracic cavity. Other gross findings were an enlarged, meaty spleen.
The dorsal wall of the aorta had an attenuated area approximately 1 cm in width that coursed along the length of the aorta along its dorsal border encompassing its branches. This area was depressed relative to the rest of the wall, thin, red-gray, and had a wrinkled intimal surface. Hemorrhage dissected the adventitia surrounding the aorta in addition to dissecting and splitting the wall of the aorta within the media. This dissected area extended from the base of the heart via the ascending aorta to 6.5 cm distal to the aortic valve within the thoracic aorta. The split medial surface was roughened with a granular texture. A 1-cm-diameter, horizontal, full-thickness tear in the aorta was present 2.5 cm distal to the aortic valve within the ascending aorta just be- yond the branching of the brachiocephalic trunk and left subclavian artery. The intima was separated from the media in this area. The media was split by the dissecting hematoma, and the adventitia was expanded by hemorrhage with bands of fibrin. Other arteries including the right femoral, left internal iliac, right axillary, and right and left carotid arteries were isolated and examined. The intimal surface of the right axillary artery was mildly roughened, but no remarkable gross lesions were observed in the other examined arteries.
Numerous tissues were placed in 10% neutral-buffered formalin. Formalin-fixed tissues were routinely processed, embedded in paraffin, thin sections placed on glass slides, stained with hematoxylin and eosin (HE) and elastin stain, and examined by light microscopy. The aorta was sectioned for histologic examination every 1-2 cm starting 1 cm above the aortic valve leaflet to the end of the thoracic aorta (12 cm in total). In all examined sections, the media was dissected by hemorrhage in at least a portion of the wall. Neither hemosiderin nor hemosiderin-laden macrophages were observed in this area or in surrounding soft tissues. Fibrin, hemorrhage, and edema could be traced microscopically from the intimal tear observed grossly into the media and then into surrounding soft tissue, confirming this area as the rupture site ( Figs. 1, 2 ). Elastic and HE stains of the affected aortic wall showed multifocal areas of cystic medial degeneration where the elastic fibers diverged and then converged, forming an onion skin bulb-like area that was devoid of elastin staining and often containing amorphous eosinophilic material. These areas devoid of elastin staining were primarily confined to the outer wall of the medial dissection. The elastin fibers surrounding the cystic spaces were diffusely fragmented (Figs. 3, 4) .
The roughened intimal surface of the right axillary artery was observed microscopically to be a contoured, chronic intimal proliferation indicative of a tightly adherent, organized, incorporated mesenchymal thrombus replacing approximately 20% of the lumen of the artery. There was no duplication or splitting of the internal elastic lamina and no associated inflammation at this site. The significance of this lesion is therefore unknown but is suggestive of a previous throm- boembolic event that may have been associated with turbulence caused by the observed aortic wall defect.
The lack of hemosiderin in tissues surrounding the aorta suggests that no prior hemorrhage had occurred in this area. The aortic dissection was therefore interpreted to most likely be peracute to acute in origin and probably led to death within minutes. The presence of a morphologic elastin defect in the wall of the aorta would have been longstanding and may have predisposed the vessel to development of such a dissection.
The grossly observed enlarged, meaty spleen correlated histologically with moderate extramedullary hematopoiesis. No cause of extramedullary hematopoiesis such as blood loss or a source of extramedullary hemolysis was found. No definitive cause for the seizures was found at necropsy (no histologic lesions were present in the brain or liver). Canine herpesvirus, parvovirus, or distemper viruses were not detected by virus isolation techniques or fluorescent antibody testing of tissues and bacteriologic culture of the brain, lung, and liver were negative. Anticoagulant levels were assayed in submitted liver tissue because of the excessive hemorrhage but were normal.
Spontaneous aortic dissecting hematomas leading to rupture are very rare in dogs and have been previously reported in 3 Bouvier des Flandres, 2 mongrels, and 1 Chesapeake Bay Retriever. All of these cases were in young dogs. 2, 4, 12 The lesions in the dogs described in this report, especially cystic medial necrosis, and the eventual sequela of sudden death because of external rupture of the vessel (with resulting cardiac tamponade in 1 of the dogs), are similar to those of dissecting hematomas of the aorta in humans and bovines that are associated with Marfan syndrome. 7, 5, 10 Although bovine Marfan syndrome is characterized by aortic rupture and dissection, it differs slightly from the syndrome as described in humans and in this report in dogs because it is not associated with cystic medial necrosis of the arterial wall. 10 Marfan syndrome in humans and bovines is associated with defective metabolism of fibrillin, an essential component of elastic-associated microfibers and ciliary zonular fibers. 1, [8] [9] [10] Tissue was not available from these 2 dogs for genetic testing to determine whether there was a defect present in the gene for fibrillin.
Areas of the body affected in Marfan syndrome are those with the highest concentration of elastin fibers including the aorta, the fibers supporting the lens of the eye, tendons, and ligaments. 7, 10, 12 The abnormal elastin fibrils induce weakening of the aortic wall with common sequela including aortic aneurysmal dilatation or dissecting aortic hematoma and rupture. 7, 11 Thirty to forty percent of the deaths in humans with the Marfan syndrome fibrillin mutation are due to dissecting aortic hematoma. 8 When associated with Marfan syndrome, these dissecting aneurysms are most often observed in young patients, similar to the age profile of the 2 cases of canine dissecting hematoma presented in this study. 7, 8 Humans with Marfan syndrome tend to be excessively tall and flexible with lax fingers and joints. Lens luxation (ec-topia lentis) following no known episodes of trauma is another commonly described component of both human and bovine Marfan syndrome. 5, 7 In contrast, the first dog described in this report did not have clinical or postmortem evidence of joint abnormalities/laxity or luxated lens, and no family history in regards to either of these factors was reported for either dog. In the few other Marfan-like cases in dogs reported, no ocular abnormalities have been reported but joint hyperlaxity was documented in 1 case. 3 Recently in Leonberg dogs, a syndrome of familial aortic aneurysm with dissecting hemorrhage has been reported. 3 This condition varies from the dissecting medial hematomas described in this communication because aneurysms are strictly defined as localized abnormal dilatations of blood vessel walls without primary breaches of the tunica intima. 13 The Leonberg dog syndrome is associated with gross lesions of twisted ascending aorta and dilatation of several other thoracic arteries. Although the gross lesions of multifocal aneurysm differs from the 2 cases described here, the Leonberg dogs have similar histologic changes including cystic medial necrosis as well as disruption of the elastic network and collagen fibers. 3 Other reported causes of dissecting hematomas with cystic medial necrosis of arterial trunks in humans include defects in type III collagen as seen in Ehlers-Danlos type IV syndrome 3, 8 and hypertension, 7,13 but neither of these have yet been reported in dogs.
It cannot be concluded based on these 2 cases of canine spontaneous aortic dissecting hematoma whether the condition has a common underlying genetic basis with that described in Marfan syndrome, but several aspects of the cases including gross and histologic lesions indicative of elastin dysplasia are similar. Although the number of cases described in this report is low, they could represent a hereditary condition predisposing to arterial cystic medial necrosis in dogs with Border Collie parentage.
Erysipelothrix rhusiopathiae septicemia in a Laughing kookaburra (Dacelo novaeguineae)
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Abstract. Erysipelothrix rhusiopathiae (E. rhusiopathiae) septicemia was demonstrated in a captive Laughing kookaburra (Dacelo novaeguineae). The bird died after a 2-week period of weakness and weight loss. At necropsy, the bird was emaciated and had reddened and wet lungs. Microscopic lesions were limited to hepatic and pulmonary congestion with focal thrombosis. Erysipelothrix rhusiopathiae was isolated by routine bacterial culture from several organs. Further characterization of the isolate by pulsed-field gel electrophoresis indicated that the isolate has a new genotype pattern 3A(III), which is 91.7% homologous to an E. rhusiopathiae that was isolated from a pig in 2001 and 88% homologous to an isolate recovered in 2000 from a turkey with septicemia. This is the first report of E. rhusiopathiae-induced septicemia in a kookaburra. fection is increasingly being reported in fish-eating mammals such as whales and dolphins. 9, 16, 15 In animals, the disease caused by E. rhusiopathiae is called erysipelas, whereas the infection of humans with E. rhusiopathiae is called erysipeloid. 17 Twenty-eight serotypes have been described, and in pigs, which are the primary host for E. rhusiopathiae, the most prevalent serotypes are 1a and 1b. Serotypes 1a and 1b are associated with cases of acute septicemia with or without evidence of widespread hyaline thrombosis or ischemic necrosis of perivascular tissues and skin lesions. Serotype 2 is associated with the chronic form
